pyelonephritis, and the presence of necrotic tissue may be required for gas formation by bacteria2. Slouging of necrotic tissue causing a degree of obstruction may occur in all cases. The diagnosis is made by the demonstration of gas in the renal parenchyma or collecting system usually on plain Xray although ultrasound and computed tomography have been used6'8. Some authors consider that only those patients with parenchymal gas formation should be considered to have emphysematous pyelonephritis9°10. It is import4nt to exclude gas resulting from a gastrointestinal fistula or atmospheric gas introduced as a result of instrmentation'°.
Patients with emphysematous pyelonephritis tendt o fall into two groups. A minority of patients have a history suggestive of urinary tract infection and gas is demonstrated in the renal tract, usually the collecting system, du'ring the course of routine investigation. The majority however, present more acutely with a 2-6 day history of rigors, loin pain, vomiting and general malaise; there is usually no history of dysuria or frequency4',". On examination these patients are obviously unwell, abdominal tenderness and guarding are common features especially in a loin where a mass may be palpable and crepitus occasionally present. On occasions crepitus may be felt more widely even as far as the knee12.
The treatment to be adopted should be guided by an.
assessment of the cause and severity of the infection. Giardiasis is an unusual cause of symptoms in this country in anyone who has not travelled abroad Symptoms may be vague and the diagnosis unclear until the protozoan is discovered. We report an unusual case of anaemia with an unusual history and a satisfactory outcome following intensive investigation.
Case report A 70-year-old man was admitted as an emergency with abdominal pain, vomiting and weakness. Healso complained of weight loss (12 kg over 3 months), and bleeling from the scrotum. He had had a transcervical fracture of the left hip repaired 3 months earlier at another centre, when 'pernicious anaemia' was diagnosed [haemoglobin (Hb) 1"andfolat e performed, B12 2234 pg/ml, folate 1.5 nglml.
Endoscopy showed only a.gastritis and biopsy confirmed early active atrophic gastritis. Eisionbiopsy ofthe scrotal ulcer showed a completely excised squamous cell carcinoma. Barium enema showed extensive diverticular disease, small bowel enema was abnormal showing a picture consistent with coeliac disease, lymphoma or oedema (albumin 28).
Abdominal ultrasound and intra"venous-urography were normal. Small bowel biopsy showed no evidence of coeliac disease or lymphoma but several Giardia lamblia were seen. He was transfused and began folate replacement therapy, and was treated with metronidazole. After 3 weeks his haemoglobin was 8.6 g/dl. Antibody studies were all negative (including bo HIV and hepatitis B).
Three months after initial presentation his blood indices were within normal limits (Hb 10.9, MCV 89.6, MCHC 32.8).
Repeat duodenal biopsies showed resolution ofthe giardiasis.
Discussion
First dib y Lambl in 1859, although recognized since the 1600s, Gardia lamblia is a worldwide protozoan having a variable-relationship with man. Belonging to the group Mastigophora, it can survive in moist environments outside its host as a cyst. Passing through the stomach to reach the duodenum (pH 6.38-7.02) two daughter trophozoites develop. As they pass down the alimentary tract the environment becomes inhospitable and they encyst. Trophozoites which rapidly reach the outside are unable to survive the drug environment1. Interestingly, those patients with achlorhydria2, blood group A3 (as this patient was) or hypoimmune states, are at greater risk from infestation. Infection in HIV-positive individuals And active homosexuals is common4. More cysts reach the duodenum through the achlorhydric stomach, and the organism shares an antigen similar to the blood group A surface antigen that is not recognized by the host's own immune surveillance system2. More chronic symptoms are those of malabsorption. It is not entirely clear how the trophozoites, found not only in the lumen but intramucosally", cause malabsorption. Experimental animal work confirms that malabsorption occurs with infestation and reverts on ridding the host of the protozoan12. Often accompanied by bacterial overgw the protozoan may cause local villous damage, compete for nutrients, or by toxin production prevent efficient absorption.
All substrates may ultimately be affected but carbohydrate, fat and some vitamins are the most common'3.
Diagnosis is made by stool samples obtained early in the disease which contain numerous cysts and may be r microscopically. This is tedious and may be unreliable14. Treatment usually reverses all the effects of infestation.
Usually metronidazole or tinidazole"6 are prescribed. Other drugs worthy of mention are mepacrine and furazolidin, and both have been used with good effect. All these give between 90 and 100% response, and therefore the cheapest and least toxic should be used. Occasionally it is worth giving empirical treatment, since response is rapid and may be diagnostic. Adjunctive therapy with either transfusion or haematinics may be necessary, but this depends largely on the condition of the patient. Folate deficiency has received little attention to date'7 and as an isolated factor in malabsor is uncommon. Certain testicular tumours may present with gynaecomastial-1. Rarely in these cases is the testicular tumour not palpable at the initial clinical examination or at followup examinations. To enable early detection of these occult testicular tumours a serum hormonal profile followed by high resolution ultrasound examination of the testes are necessary3-7. We report a case of a Leydig cell tumour in which gynaecomastia antedated the clinical presence of a testicular swelling by 7 months.
Case report A 37-year-old male presented with a 3 month history of a painful swelling of the left breast. Clinically, the left breast disc was smoothly enlarged and tender. Palpation of the testes was normal. At one month review bilateral gynaecomastia was evident (Figure 1 ). Scrotal examination was again normal. Bilateral excision of the breast discs was performed. Microscopy showed hyperplastic ducts and proliferation of fibrous stromal tissue.. A serum hormonal profile revealed elevated oestradiol (338 pmol/l; NR< 174 pmonl/) and depressed testosterone levels (11.4 nmoVI; NR 13-30 nmol/). Serum levels of follicular stimulating hormone, luteinizing hormone and prolactin were all within normal limits. Three months later a hard nodule was palpable at the upper posterior aspect of the left testis. Ultrasound examination indicated that this was a testicular tumour 23 mm in diameter. Serum alpha-fetoprotein, beta human choriogonadotrophic hormone and chorio-embryonic antigen tumour markers were not raised. The left radical orchidectomy specimen revealed a soft yellow 30x25x 15 mm encapsulated tumour at the upper pole of the testes. Microscopy showed polyhedral cells with eosinophilic granular cytoplasm containing Reinke crystals. The seminiferous tubules and interstitial cell network of the adjacent non-tumourous tissue showed marked hypoplasia and atrophy ( Figure 2 ). These histological features are consistent with the diagnosis of a Leydig cell tumour. At one year review the patient is asymptomatic and disease free on clinical and radiological criteria. 
